ed due to equine herpes infection. Several diagnoses were considered for the mass, including an accessory ovary and a hamartoma. Due to the excessive number of normal interstitial cells, the lack of any ovarian cortical tissue and a thin poorly organized capsule, our diagnosis was an interstitial cell hamartoma of the ovary. Ultrastructural examination resulted in a definitive identification of the steroidogenic nature of the cell type within the mass and its similarity to interstitial cells of the ovary.
Another incidental finding, an adrenal cortical choristoma on the surface of the ovary, was considered unrelated to the hamartoma as small nodules of ectopic adrenal cortex are common on the surface of the equine ovary, typically at the junction of the ovarian medulla and mesovarium.* This lesion had an identical gross appearance to a previously reported vascular hamartoma of the equine Histologic slides, provided by the a~t h o r ,~ were reviewed to compare the lesions. In the previous case,9 there was a greater degree of autolysis in the tissues, and the vasculature was dilated. Scattered between the vasculature, there were a varying number of poorly stained ovarian interstitial cells admixed with the loose immature connective tissue of the mass. Based on the identical gross appearance, as well as the histologic similarities, we feel both lesions represent ovarian harmartomas of the interstitial tissue. Whether these growths would have eventually decreased in size with further regression of the neonatal equine ovary is unknown. The location ofthese masses corresponds to the developing ovulation fossa and could potentially interfere with reproduction should such a mass persist into adult life.
A 1 -year-old, spayed female, domestic shorthair cat was referred to the University of Georgia Veterinary Medical Teaching Hospital because of intense pruritus of 9 months duration. Initially, the owner noticed a wheal-like lesion on the left pinna. The cat then developed pruritic papulocrustous lesions on the head and neck, which progressed and eventually involved the entire body. Therapeutic trials with antibiotics, systemic corticosteroids, antihistamines, and a hypoallergenic diet did not alter the pruritus or the gross appearance of the skin lesions.
Physical examination revealed generalized miliary papulocrustous lesions, with hair loss, erythema, excoriations, and diffuse lichenification of the skin (Fig. 1 ). There was moderate, generalized, peripheral lymphadenopathy. No abnor- malities were noted in the complete blood count, serum chemistries, or urinalysis. Tests for feline leukemia and feline immunodeficiency viruses were negative. Skin scrapings, fecal examinations, and fungal cultures failed to reveal infectious agents. A clinical diagnosis of chronic miliary dermatitis was made.
In skin biopsies from multiple sites, there was a marked, diffuse dermal accumulation of mast cells within all sections. A Wright's stained aspirate from the inguinal lymph node revealed a sparsely cellular smear composed of round to oval cells with round nuclei and magenta-staining cytoplasmic granules. Mast cells were seen in a bu@ coat smear of peripheral blood but not in a bone marrow aspirate. The diagnosis was cutaneous mast cell neoplasia with metastasis to the lymph nodes. Because of the presence of intense pruritus, the lack of response to corticosteroid therapy, and the absence of any alternative therapy for disseminated cutaneous mast cell neoplasia, the cat was euthanatized. A complete necropsy was performed.
Gross lesions were limited to the skin, lymph nodes, and adrenal gland. The skin was diffusely thickened, and there were irregular areas of alopecia on the ventral abdomen, ventral thorax, and the medial aspect of the rear legs. The peripheral lymph nodes were moderately enlarged, and there was bilateral adrenocortical atrophy.
Microscopically, both pinnae contained a massive cellular infiltrate within the dermis on both sides of the auricular cartilage (Fig. 2) . The cellular infiltrate was composed of polygonal cells with round, vesicular nuclei and abundant, brightly eosinophilic, granular cytoplasm. Bi-and tri-nucleated mast cells were common; mitotic figures were occasionally seen (Fig. 3) . Toluidine blue and Giemsa stains demonstrated numerous metachromatic cytoplasmic granules in all ofthese cells. Sections of skin from the chin, lateral thorax, ventral abdomen, hock, and medial thigh contained neoplastic mast cells that extended as a dense band from the dermalepidermal junction to the deep dermis. Mast cells from these sites were similar to those described in the pinnae, though multinucleated cells were uncommon and anisokaryosis was slightly more pronounced. A continuous band of neoplastic mast cells was present in all sections of skin examined except in those obtained from the foot pads. Peripheral lymph nodes were infiltrated by large numbers of mast cells that occurred in sheets beneath the capsule and throughout the paracortex and medulla. These cells exhibited moderate anisokaryosis, and multinucleated mast cells were common. Lymphoid follicles within the cortex were preserved ( Fig. 4 suggested that anaplastic mast cell tumors are more likely to recur or spread.12 The mast cells present in this cat were similar to those in the anaplastic variants of mast cell-type mastocytomas.
While generalized multifocal mast cell-type mastocytomas have been reported, 1,3-5,7,10 generalized diffuse cutaneous involvement by mast cell tumors has not been previously reported in animals. Generalized cutaneous involvement has been described, however, in young children (usually <9 months of age) with a rare form of urticaria pigmentosa, called "diffuse cutaneous mastocytosis."6J1 The skin in children with diffuse cutaneous mastocytosis is yellowish, thickened, and doughy in consistency. Skin folds are exaggerated, especially in axillary and inguinal areas. Intense generalized pruritus is common. Histologically, there is a dense dermal infiltrate of morphologically normal mast cells involving the entire cutaneous surface. The prognosis for neonates with diffuse cutaneous mastocytosis is poor; the disease may become systemic and is often fatal. Fatalities are usually associated with mast cell degranulation and histamine release.
The mast cell disease observed in this cat resembles that described in young children with diffuse cutaneous mastocytosis. Similarities include the presence of a dense dermal infiltrate of mast cells, diffuse dermal thickening with exaggeration of skin folds, intense pruritus, and onset at an early age. Atypical and multinucleated mast cells, as were present in this cat, have not been described in the human cases. Euthanasia precluded determination of the natural course of the disease in this cat, but a poor prognosis was suggested by its progressive nature, the extent of cutaneous involvement, and the metastasis to peripheral lymph nodes.
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1 Buerger RG, Scott DW: Cutaneous mast cell neoplasia in cats: 14 cases (1975) (1976) (1977) (1978) (1979) (1980) (1981) (1982) (1983) (1984) (1985) Meningio-angiomatosis is a rare malformation of the central nervous ~y s t e m .~ It usually occurs in the cerebral cortex and is characterized by a benign, focal proliferation of blood vessels and meningothelial cells in both the brain parenchyma and leptomeninges. Over 20 cases of human meningio-angiomatosis have been reported.2 Meningio-angiomatosis has been associated with neurofibromato~is~ and with neurofibrillary tangles2 A condition resembling meningioangiomatosis has been described in an adult male dog.5 The comparative histopathologic and immunohistochemical features of meningio-angiomatosis in a young man and a prepubertal dog are reported.
A 41/2-month-old, crossbred, female German Shepherd Dog was presented to the Angel1 Memorial Animal Hospital (Boston, MA) with a history of ataxia and circling to the right that began at 14 weeks of age. The dog's condition had w o w ened 5 to 6 days preceding admission. The dog had been immunized against canine distemper virus at 5, 9, and 13 weeks of age. At examination, there was moderate ataxia and a tendency to lean and stumble to the right. A 10-20" right head tilt and left rotatory nystagmus was also noted. There was mild tetraparesis, which was more pronounced on the right side. A tentative diagnosis of encephalitis was made prior to obtaining the results of cerebrospinal fluid analysis. The dog was euthanatized at the request of the owner. Gross, postmortem abnormalities were limited to the brainstem; a white, firm, 0.4 cm thick plaque extended from the left rostra1 cerebellar peduncle to the pons. The pressure, protein content, and cytology of the cerebrospinal fluid sample collected ante mortem were within normal ranges.
A 21-year-old man suffered multiple, severe, internal injuries in a car accident and died immediately afterwards. At autopsy, a complete traumatic rupture of the thoracic aorta was found to be the cause of death. The brain had a focal, thin-layered subarachnoid hemorrhage over the right parietal lobe and a firm, yellowish, circumscribed nodular lesion, approximately 1 cm in diameter, on the posterior right temporal lobe. No other significant lesions were found.
Brain specimens were fixed in 10% neutral buffered formalin. Samples were taken from several levels of the brains and from the lesions; they were then embedded in paraffin, sectioned at 6 pm, and stained with hematoxylin and eosin, periodic acid-Schiff, Masson's trichrome, Manuels's reticulin, Mayer's mucicarmine, and Perl's iron stains. Immunohistochemistry was performed as previously de~cribed,~ with minor changes. Briefly, the avidin-biotin complex method was applied to deparaffinized sections using mouse monoclonal anti-AE1-AE3 cytokeratin, 1 : 1,600 dilution, and rabbit polyclonal anti-vimentin, 1 : 100 (Boeringer-Mannheim, Indianapolis, IN); rabbit polyclonal anti-glial fibrillary acidic protein, 1 : 1,000 dilution; rabbit polyclonal anti-Factor VIIIrelated antigen, 1 : 200; and rabbit polyclonal anti-S-100 protein, 1 : 620 dilution (Dako Laboratories, Santa Barbara, CA). The secondary antibody was either biotinylated mouse or rabbit IgG, and the detection system was VectastainB Elite ABC kit (Vector Laboratories, Burlingame, CA).
Histologically, the leptomeningeal plaque in the dog consisted of a benign proliferation of spindle-shaped cells arranged in whorls that were centered around numerous small blood vessels (Fig. 1) . Proliferating meningothelial cells infiltrated the brain along perforating blood vessels and formed prominent perivascular cuffs around parenchymal blood vessels (Figs. 2, 3) . Dense gliosis, foci of mild rarefaction in the neuropil, scattered Rosenthal fibers, and mild vacuolation of white matter were also present. Meningothelial cells, especially those adjacent to blood vessels, stained positively for vimentin (Fig. 4) . The cerebrocortical nodule in the young man extended from the leptomeninges to the underlying cerebral cortex and white matter and consisted of an increased number of small vessels with prominent endothelial cells (Fig. 5) . Meningothelial cells and a few fibroblast-like elements were present around blood vessels. Astrocyte proliferation and numerous Rosenthal fibers were present within and around the lesion. The overlying leptomeninges were moderately thickened. By immunohistochemistry, most intralesional meningothelial cells stained positively for vimen-
